Autism is a severe disorder that involves both genetic and environmental factors. Expression profiling of the superior temporal gyrus of six autistic subjects and matched controls revealed increased transcript levels of many immune system-related genes. We also noticed changes in transcripts related to cell communication, differentiation, cell cycle regulation and chaperone systems. Critical expression changes were confirmed by qPCR (BCL6, CHI3L1, CYR61, IFI16, IFITM3, MAP2K3, PTDSR, RFX4, SPP1, RELN, NOTCH2, RIT1, SFN, GADD45B, HSPA6, HSPB8 and SERPINH1). Overall, these expression patterns appear to be more associated with the late recovery phase of autoimmune brain disorders, than with the innate immune response characteristic of neurodegenerative diseases. Moreover, a variance-based analysis revealed much greater transcript variability in brains from autistic subjects compared to the control group, suggesting that these genes may represent autism susceptibility genes and should be assessed in follow-up genetic studies.
Introduction
Autism spectrum disorder (ASD) is a life long pervasive developmental disorder first manifesting itself before age 3. ASD is diagnosed on the basis of several behavioral dysfunctions: impaired social interaction, impaired communication, restricted and repetitive interests and activities (Lord et al., 2000) . Neuropathological studies of postmortem brains from subjects with autism have revealed abnormalities in neuronal organization of the cerebral cortex and reduced number of Purkinje cells in the cerebellum, suggesting that altered neuronal maturation and/or defective cortical organization may play a role in the development of ASD (Bauman and Kemper, 2003) . Recent publications suggest a link between the volume of the superior temporal gyrus (STG) and language development in autistic children (Bigler et al., 2007) . The superior temporal gyrus is involved in auditory processing, including language, and has also been implicated as a critical structure in social cognition (Baron-Cohen et al., 1999) .
The exact etiology of autism is unknown, although it is believed to result from a complex combination of genetic, environmental, and immunological factors (Persico and Bourgeron, 2006) . A number of genes have been recently identified as promising candidates, including Reelin (RELN) (Persico et al., 2001) , serotonin transporter (5HTT) and engrailed 2 (EN2) (Bartlett et al., 2005) and MET (Campbell et al., 2006) . In addition to genetic factors, environmental factors appear to contribute significantly to the risk of developing the disease: prenatal rubella infections, anticonvulsants, antiemetics taken during pregnancy, perinatal hypoxia, and postnatal infections have all been identified as putative contributors to ASD (Baird et al., 2003) . In particular, increased occurrence of maternal immune abnormalities during early pregnancy and greater incidence of familial autoimmunity suggest that some of the non-genetic ASD predisposing factors may act through altering the response of the materno-fetal 
